(i) THE EFFECT OF (:1ORTISON.E ON EHRLICH'S ASCITES TLTMOUR GROWTH AND INFILTRATION
Oiie way of eiicouragiiig tumour growth in a host which reacts to a transplaiited homologous (or heterologous) tumour is to suppress, the host respoiise by treatment with cortisone. In the case of the Ehrlich's ascites tumour in BALB/c mice, low level inocula (102_104 tumour cells) have produced tumours rapidly in cortisone-treated animals whilst in untreated animals, these tumour cell inocula produce few ascites tumours.
On the other hand, several investigators have fouiid that with a large tumour cell inoculum which gives a well defined outgrowth of ascites tumour in all hosts, cortisone treatment reduces the growth rate (Goldie et al., 1954 ; Watson. 1958 Kodama, 1962) . Goldie et al. (1954) have suggested that cortisone exerts this effect because it decreases both the serosal implantation of tumour cells (this being iiecessary for the productioii of exudate) and the vascular permeabilitv therebv slowing dowii the rate of exudate formation.
Materials and Methods
Eighty BALB/c mice (female) weighing betweeii 20 aiid 25 grams aiid of' 12-14 weeks were used. Thev were randomly sorted iiito 16 boxes of 5. (Fagraeus, 1960 Ambrose, 1964) ).
Tumour growth was measured overtly by weighing animals daily. Ailimals were killed 2 each dav from the cortisone-treated group and I each day from the saline-treated tumour group. Tumour growth by free tumour cell assay was measured for these animals and histological sections were taken of the paiiereas, paiicreato-splenic lymph node region, mesenteries, adipose tissue, body wall, spleen and liver. Details of the methods have been previously described (Wheatley and Ambrose, 1964).
Results
The bodv weiLght curves are shown in Fig. 1 . It caii be seen quite clearly that there was a slower body weight increase in cortisoiie-treated animals than in the saline-treated controls. Autopsies have revealed that there was far less accumulation of ascitic fluid in cortisone-treated animals. This is shown in Fig. 2 tumour inoculation but less so with regard to actual tumour size. The interpretation of these results is difficult since cortisone has so many widespread effects on the body (Furth, 1963) . They will be discussed in relation to other work later in this paper.
(ii) THE Tumour assays were performed on all animals killed and the orgaiis removed for histological study were as for the cortisone experiment.
Re808
The gro-",-th of ascites tumour in irradiated host has been fouiid to be sloIN-er than in controls, as showii by the body weight curves in Fig. 4 and also by the difference in ascitic fluid productioii in Fig. 5 show that there is less difference in actual tumour cell proliferatioii rates betweeii irradiated hosts and sham-irradiated coiitrol (Fig. C) In these two groups the palicreas and adipose tissue were quite markedly oedematous on the 6th day with a layer of tumour cells adhering to them. Tumour cells could be found infiltrating in a few places. By the 8th day these organs were considerably infiltrated. By comparison, animals at 8 days from group III (sham-thymectomised and irradiated) showed only a few tumour ceRs adhering to and only aii occasional cell infiltrating the pancreas and adipose tissue. These organs, although showing considerable oedema like the control group (IV) at 6 days, were not as extensively infiltrated at 10 days after inoculation as the controls were at 8 days. Only very slight host response could be found in the body wall of the animals in group III at 10 days and only by the 12th day were tumour ceRs found adhering. Infiltration was quite pronounced by the 15th day but subjectively there was little doubt that the extent of infiltration was less than in controls of group IV. The 2 animals kifed on -the 15th day in group III were both moribund. The animals which had not been killed up to this time (5/15) were found to be either dead or extremely moribund and woWd not have survived to the 16th day.
Thymectomised and irradiated animals (group 1) were found to have oedematous pancreas and adipose tissues oii the 6th day. Other organs examined at this time (mesenteries and areolar lymph node region of pancreas) were extensively infiltrated showing no difference from control organs. The pancreas and adipose tissue were infiltrated by a few tumour cells on the 8th day and quite extensively by the 10th day, comparing closely with the histological appearance found at this time in group III but not reaching the intensity of infiltration at this time in groups 11 and IV. With regard to the parietal peritoneum, however, no infiltration was seen even at 15 days. 
